The development of modern technology and the growing industrial age have led to a more widespread occurrence of occupational diseases related to a variety of toxic metals , especially because some of them are carcinogenic (Anon 1984 , Disler et al. 1984 , Patterson et al. 1985 . Lithium has been used extensively in the treatment of certain neuropsychiatric disorders . It, however, affects the cleavage in amphibian eggs (Lallier 1952) . Prolonged sub-toxic ad ministration to pregnant rats results in a decrease in the formation of corpora lutea and pos sibly causes damage at some point between ovulation and implantation (Trautner et al. 1958) . In mouse, small amounts of lithium chloride administered early in gestation markedly affected the embryonic resorption (Bass et al. 1951) . High dose of lithium carbonate given to mice on 6th to 15 day of gestation resulted in a high incidence of cleft resorption (Szabo 1969 
Observations
Lithium chloride: The data on the frequency of chromosome anomalies caused in mice by lithium chloride are summarized in Table 1 . It is evident that lithium chloride caused dose dependent chromosome aberrations.
However, the rise was not much significant with all the three doses. The frequency of aberrations such as Robertsonian fusions and rings was much higher than the other type of aberrations (Figs. 1, 2, 3) . However, the frequency of SCEs with the same three doses was not much elevated than in the controls (Figs. 4, 5, 6 ). 1.786. The various types of aberrations observed were breaks, Robertsonian fusions, frag ments, rings and pulverization of chromosomes. It produced a dose dependent increase in the frequency of SCEs. The range of SCEs was 2-11.
Discussion
Earlier studies on lithium were limited to cells of the individuals undergoing lithium therapy and the findings were controversial (Friedrich and Nielsen 1969 , Timson and Price 1971 , 1972 , Bille et al. 1975 , De La Torre and Krompotic 1975 , Garson and Latimer 1981 . The bone marrow cells of lithium treated patients did not show any chromosomal abnormalities (Bille et al. 1975) . Similarly other authors failed to see positive results (Genest and Vieleneuve, 1971 , Jarvic et al. 1971 , Timson and Price 1971 , 1972 . Sister chromatid exchange studies also gave no evidence of damage to the chromosomes of lithium treated individuals. De La Torre and Krompotic (1975) , however, observed an increase in the chromosome abnormalities in the lymphocytes of patients undergoing lithium therapy. Srivastava et al. (1986) treated mice with 1300mg/kg-325mg/kg of lithium carbonate and observed a dose dependent damage to the chromosomes. Histopathological studies on brain, liver, heart and kidney showed a con siderable damage to the former two organs as compared to the latter two. Our studies are in confirmation with those of Srivastava et al. (1986) wherein the chromosome damage caused by lithium carbonate was dose dependent. However, the elevation in the frequency of SCEs was not markedly high. The same is the situation with regard to lithium chloride and lithium acetate. As all these chemicals cause chromosome aberrations (significantly), their genotoxic nature is evident. The less increase in frequency of SCEs can be ascribed to the involvement of different lesions for the production of chromosome aberrations and sister chromatid ex changes.
Summary
During the present studies, of the three lithium compounds tested, lithium carbonate has been found to be most effective in causing chromosome damage. The other two compounds of lithium viz. lithium chloride and lithium acetate cause less aberrations. All the three com pounds caused slight increase in SCEs too.
